A strong positive association between depression and alcoholism is evident in epidemiological studies. Curiously, the incidence of smoking (nicotine intake) is also very high among depressed individuals. Because neuronal nicotinic receptors have been implicated in mood regulation as well as in reinforcing effects of alcohol, it was of interest to determine whether inherent changes in these receptors may be manifested in an animal model that expresses both depressive-like characteristics and high alcohol intake. Thus, Fawn-Hooded (FH) rats along with their control ACI rats were used to measure the density of the high affinity nicotinic receptor in discrete brain regions. Furthermore, the effects of acute and chronic nicotine on depressive-like characteristics of FH rats were also evaluated. Measurements of [ 3 H]cytisine binding (selective for α4β2 nicotinic receptor subtype) revealed a reduction in these receptors only in the striatum of FH rats, a result very similar to that observed in selectively-bred alcohol-preferring (P) rats. Administration of nicotine acutely (0.4 mg/kg, sc) resulted in a significant reduction of immobility in the forced swim test (FST) in FH rats only, implying an antidepressant-like effect of nicotine. Another group of FH rats were administered 0.4 mg/kg nicotine (daily, sc) for 14 days and their behavior in the FST was evaluated 22-24 h after the last injection. In this case, nicotine also had a significant antidepressant-like effect in FH rats suggesting no tolerance to nicotine had occurred. The effects of nicotine on FST behavior are very similar to those observed in Flinders Sensitive Line rats, a putative animal model of depression. Together, these findings provide additional evidence for antidepressant-like effects of nicotine and strengthen the postulated association between striatal nicotinic receptors and high alcohol intake. Thus, nicotinic receptors could be suitable targets for the development of novel pharmacotherapy for treatment of depression and possibly alcoholism.
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Introduction
Although significant progress in the pharmacotherapy of depression has been achieved in the past decades, the refractory cases, delays in response and side effects associated with current medications are among major medical challenges. Similarly, therapeutic approaches in treatment of alcoholism are far from ideal and are often complicated by the prevalent co-morbid occurrence of depression. Thus, understanding the biological substrates that could contribute to such co-morbidity may offer novel pharmacotherapy. Interestingly, Fawn-Hooded (FH) rats show both high alcohol intake and depressive characteristics (Rezvani et al., 2002 (Rezvani et al., , 2007 , rendering them a suitable animal model to investigate neurobiological substrates of co-morbid alcohol-depression condition. The FH/Wjd strain voluntarily consumes high amounts of alcohol (Rezvani et al., 1990 (Rezvani et al., , 2002 , shows innate exaggerated immobility in the forced swim test (Rezvani et al., 2002) , and exhibits elevated corticosterone levels that are normalized with antidepressant treatment (Aulakh et al.,1993) . These differences are observed not only in reference to other strains of rats, such as Wistar and Sprague-Dawley, but also in reference to other inbred strains, including the FH/Har and ACI strains (Overstreet et al., 1999) .
Curiously, the incidence of smoking (nicotine intake) is very high among both alcoholics (Meyerhoff et al., 2006) and depressed individuals (see reviews: Glassman, 1993 , Quattrocki et al., 2000 . Whereas the reinforcing effects of nicotine may contribute to its simultaneous intake with alcohol (Tizabi et al., 2002 (Tizabi et al., , 2007 , the postulated antidepressant effects of nicotine may contribute to its use in depressed individuals. It has been observed that chronic administration of nicotine or selective nicotinic agonist in the learned helplessness paradigm in rats may alleviate the depressive symptoms in these rats (Semba et al., 1998 , Ferguson et al., 2000 . We have demonstrated that acute or chronic intermittent administration of nicotine in Flinders Sensitive Line (FSL) rats, an animal model of depression (Overstreet et al., 2005a) 
